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Experimental Study of Effects of Hyperglycaemia on Osteoblast Proliferation and Differentiation. Liang Junbo,Xu Chunli, Pan Weibo,
Jiang Lingjun ,Chen Haixiao. Taizhou Hospital of Zhejiang Province, Zhejiang 317000 ,China
Abstract Objective To study the osteoblasts pathological changes in femur bone and study the effect of hyperghycaemia on prolif-

eration and differentiation of osteoblasts, providing experimental basis for the clinical treatment of diabetic osteoporosis. Methods Two
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months old male SD 20 rats were randomly divided into normal control group and diabetic osteoporosis group (n =10). Diabetic rats were
induced by intraperitoneal injection of streptozotocin, while osteoblasts cultured in vitro, and were divided into normal medium group and
high glucose medium group. After 6 weeks, the rats were anesthesia and left femur was isolated. The bone mineral density of proximal
were measured by small animal radiography systems. The pathological changes of osteoblasts and osteoclasts were observed by HE stai-
ning. The morphology and ALP — positive rate of osteoblasts in two groups were detected after 48h culture. Results The bone mineral
density in diabetic group was significantly lower than that of the control group, while the osteoblasts under cortical bone were significant re-
duced, bone cells were flat or star, and rare new bone formation was seen. The alkaline phosphatase ( ALP) of osteoblasts cultured in
high glucose were significantly lower than the normal culture group. Proliferation and differentiation were also weakened. Conclusion

Under hyperglycaemia condition, the osteoblast proliferation and differentiation was reduced and weaken, resulting in osteoblasts and oste-

oclasts imbalance, which effects the metabolism of bone tissue,and may be the cause of diabetic osteoporosis.
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Effect of rhIL —21 on NK -92MI Cells. Zheng Rui,Chen Baoguo,Yan Weihua,Li Boli,Zhang Weiguo,Gan Linghong. Taizhou Hospi-
tal of Zhejiang Province , Zhejiang 317000 , China

Abstract Objective To investigate the effect of rhIL. — 21 on NK - 92MI cells. Methods Using in vitro cultural experiments,
NK —92MI cells were treated with different concentration of rhIL. =21 and then the proliferation were tested at different time. In addition,
after NK - 92MI cells treated with 50ng/ml rhIL. — 21 for 48h or 72h,the NK - 92MI cell activity, apoptotic cells, the expressions of
NKG2D and granzyme — B was measured using FACS assay. The levels of IFN — yfrom the supernatants were detected by ELISA. The ex-
pressions of NKG2D, perforin, granzyme — B, and IFN - y mRNA were determined by RT — PCR. Results RhIL —21 inhibited NK -
92MI cell proliferation. However, rhIL. — 21 did not affect cell apoptosis. RhIL — 21 increased the expressions of the effector molecules
granzyme — B and IFN -y as well as activation receptor NKG2D at the mRNA and protein levels. Furthermore, compared with control,
rhIL - 21 enhanced the cytotoxicity of NK92 — MI cells against K — 562 target. Conclusion RhIL —21 could enhance the cytotoxicity of
NK92 — MI cells possibly by up — regulating the expression of activation and effector molecular, suggesting that IL —21 might have thera-
peutically effect to enhance NK cell — mediated antitumour responses.
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